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Toxemia of pregnancy is a disorder induced by human pregnancy, which influences
the prognosis of both mother and fetus. Its etiology, however, has not yet been fully
elucidated. Pregnancy per se 1s a naturally established allotransplantation, where fetus
is not rejected by allogeneically different mother, and various sorts of immunologic
phenomenon can be observed in pregnant women. And concerning toxemia of pregnancy,
immunologic mechanisms might be implicated with its pathogenesis, especially with the
pathogenesis of renal lesions. In this context, the renal specimens, obtained at just
delivery or at puerpeirium state, were analysed by means of immunohistochemical
method.

Renal specimens directly biopsied from 4 patients with toxemia of pregnancy at
delivery, who underwent cesarean section, and blindly biopsied from 10 patients in
postpartum state. The specimens were examined by an immunoperoxidase technique
using monoclonal antibodies: anti-Leul (pan T cell), anti-Leu2a (cytotoxic/suppressor T
cell), anti—Leuda (helper/inducer T cell), anti-Leuld (B cell), anti—-M 3 (monocyte mac-
rophage), anti-Leub5b (E rosette forming cell) and anti-Factor Wl related antigen
(endothelial cell). In the renal tissues taken at delivery, the most prominent features
in the gromeruli was swelling of endothelial cells and narrowing of capillary lumens.
Infiltration of mononuclear inflammatory cells (MICs) was observed in the interstitium
and also in the glomeruli. They consisted of predominatly T cells and helper/inducer
cells were more commonly observed than cytotoxic/suppressor T cells. Macrophages/
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monocytes and B cells were observed to be present in a small number in the inter-

stitium.
and/or irregular lineal pattern.

1gG and IgM were located on the glomerular basement membrane in granular
These findings diminished, and became not detected by

1 month or more after delivery, except scant infiltration of MICs in the interstitium.

These findings suggested that some sorts of immune reaction have an implication

with the pathogenesis of renal lesion in toxemia of pregnancy.

And moreover, the

reversibility of the symptomes of toxemia of pregnancy might be explained by the

deduction that immunologic mechanisms play an important role as a causal factor of

toxemia.
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# 1 iF i
Case | Age | Toxemia (}ﬁ?geergf Sg:tatlonai fsg?éhkz()dy
1 27 ePh vaginal 39* 3,992 ¢
2 32 EPh vaginal 35% 1,358¢g
3 30 Ph C—section 32% 980 g
4 27 ePH C—section 36k, 1,950 g
5 | 32 EPH | C-section 31%, 1,810 g
6 32 EPH | C—section 33% 2,200 g
7 31 ePH vaginal 36* 1,698 ¢
8 39 ePH C—section 36* 2,690 g
9 24 EPH C~sgection 31k, 1,39 g
10 25 ePh vaginal 35%* 2,016¢g

* blind biopsy, **gpen biopsy
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Antibody Antigen Distribution
anti-Leu—1¥ pan-Tcell
2a* cyvtotoxic/suppressor T cell
3a* helper T cell
14* B cell
5b* E rosett receptor (+) T cell
M3** | monocyte/macrophage
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* Becton Dickinson,

** Cappel
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Gestosis After delivery
Glomerulus Interstitium Glomerulus  Interstitium
Morphology*
double contour + +
endothelial swelling H# -
Immunoclobulin®*
IgM + *
IgG + +
Leu 1** + H# - +
Leu 2a** - + - +
Leu 3a** + H# - +
Leu 5b** - + — +
Leu 14%%* - + - +
M3** — + _ _

*HE, PAS, PAM,

** Immunoperxidase



ML L RS EE R BV B BN O SRR R R A 869

25T g v, BEFDUSE ORI - TG L.
R LI, 7 o—F bk 2 KR L TH
%, mnegative control & U TIEHR < 2 A MH & Fu

(#2). BEIAGBIE3 R LAL I Avidin-
Biotin Peroxidase Complex ¥:10%E »Tfr-»7. F i,
B FEIT A OBEH L Meyer @ hematoxylin 2L 1
1T -7

II1. m "\

1. HE, PAS, PAM-M #8
IEHR B A & HIM & B E IR R TR R L
T-B M endothelial swelling & & O GHME D
oMb, HEB O double contour MEEE X Mo,
FOIREB AT, endothelial swelling (2R H0 T,

double contour HEEBZ NI DL TH-: (BE
1, B8 2).
2. BESOTY L OBE
FEE T 0T v OFTEAREICRE LR, ERER

EE1 OB HE

B bl U, Beilcss < Jig . BT 1gM o
WS, IeG kitt’??g@i*(%%'ﬁ’?éht‘
3. %/7m¢~n#¢m;é%&

a. endothelial cell ##R# 3 %P1 Factor VI rel-
ated antigen % Hu» L%{\ﬁ, CHURIC B0 2 B R Ekfb o
endothelial cell @ swelling, BE ¢ mesangial cell
ORGE, CHEoOR My ggE s h: (ER 3).
TR R cl b oz, S s nioh -k
(BH 4).

b. pan T cell %34 5¥-Leu 1, cytotoxic/sup-
pressor T cell mﬁ@‘ %¥i-Leu 2a, helper/inducer
T cell #iBi#%3 L#i-Leu 33, E-rosette Bt T cell

TR B H-Leu 5b, B cell T ¥ -Leu 14,
monocyte/macrophage % wm}?ﬁ‘ Hi-M3 i & 5 Y
TR RE o L0 559°, BREM AT 4 pan T cell,
helper/inducer T cell WBZE S h, @& LTH oyt
otoxic/inducer T cell &t L helper/inducer T cell
B Th-1o (BEE 5 FE 6). monocyte/macrophage

BE®E 3

$i Factor VI related antigen

ER 2 BEN HE.

BE 4 ¥ $U Factor Wl related antigen



870 VBl ELME $103%

105 FRUTEI0A

D

BHT7T BH M3

EES f@ﬁﬁ bLLeuZa

BEECEE IR (BE 7). E-rosette Btk T cell,
B cell EHBEPBHET A 0L TH -1, fERHE%
Wi, ZhbsofiflHEC O BBEIhA DR TS
n (BH 8),
7.

monocyte/macrophage (L HE 5 Hch -

v. # E

IR & & i W FEET B AERTPEIE BRSO O T
CHEACEEYE 2 HEBTHY, TORKE, HEBOR
B BRI B TEBE L GBE ShTw b, Ll
Kﬁ%,%@%@,ﬁ%mﬁ@%%%T%@,ﬁt%ﬁ
EOHEMIZBIL T4 1. intravascular coagulation
phenomenon, 2.
primary endothelial lesion 7c & ® A 5 = X n pisig
ERTWBY B, wFhb ol 0T,

KerEasE:, ETEMEBC L oEEI R &I&&EF‘{&EL
DEFRE L LC, MEMROMEL, SHImE oM
A ¥y A OB O, E%m%@dee

immunological mechanisms, 3.

BEH 8 MiBH H Leu 3a

contours, fibrin OFE, immunoglobulins DWEH
AR E T T VA2, & DRI B TIRA
R ATRAPTHE ORI  5 0, LR oMEE
LAFROBERE & LI HENBE ST 5.

SO GRS B T, W TR
G B N IR SR O B T 50 & IR e
TRRE g X hicht, RN L1 ~3 3 A
B, WEMROEL, EHINEOBME, double
contours & HEL, FEI/m 7)) vOWELT S
&&ﬁ%gh Tsin—te.

BB A0E 7 v 7 ) v O STt £ O

HOBBHY, Nochy HISHEI0H LI DA T
EDRDLNAEHEH LY &L, Petrucco HitFOM
EDERKNEEE LB L, oM B okE B
BEBBIR, BBV o) v EELCEEORELE
bhal&db, TOREINBRRIE S GBI
THZEEEHBLTLEY

BRICE VT ORRIREHOEF Y LT3



P R PRI BV S BRE O G R T 871

CERRERIDIERENTWEEIATEEL. ThizH

UIEIRPEEITE 5 § ¢ i BRI HEVRRT2
FETHY, TOREXERTILOCRERRSOR
PR BRI A BT ALELRSA D, Thbb, BER
E o THEBEETH 56 - IRERALEE - BETD
S D EZERS o T 4 ORBERUL M EHER A U
TEVEREFSECED b I EREOREL O LS
I BUEHBEE. L, BRORIERFT &6 6 0duEk
REOCLDHEMEING. SEHOBRC LY, EEPE
FEoBhicknTil, MEORLLY, BRBEKTD
helper/inducer T cell {1 infiltration A R.bHh,
THE 12 macrophage/monocyte MNEIE S h, FERE
B, Fh b OHROEANRS bl BRTI,
Jones HANEHTEAEMEIC R 5 BEROGFAZHE LY,
* 7z Shigematsu FEFEC & W ERBRECRSTE< 2
RV = VOFEERHEELRE LAY, =%, Bk
DaATIEEDT 707 7 — Y DFECERNMEES R,
proliferation #EbHWBRE TR~ I 07 v — VD
EICERDFEELE N, proliferation # b WERXT
e rn7y—Un@Eb LY, EAGEL SLE B
i, SFROBLARSTHEISRLZLLD, BiEEOT]
G & LTOBERIEDS T EPHBEINRTWA9. F1,
F U a—Fouhifsd RGBT TR, BEREIEERIG
DOEMEICEDT A cytotoxic/suppressor T cell @ inf-
iltration B INE(LRE, HAER % TO helper/inducer
T cell 7, MEMEATO cytotoxic/suppressor T
cell B infiltration 2MREE NS, T cell depen-
dent OELROFEAENTREENR TS,

R EFOBMIC VT 2 R 7 7 — U OBENE
B BEREn ST &, BRADBG LR ~/r7 57—
UHVBHT BT ARG initiation, mediation %3
W, TOEBECERELHEEERELTWA D LS
1%, F7, helper/inducer T cell (7 infiltration,
RS w7 ) v O SEERERIICE 0 B 2 OHER
VIRTPBIEOIEROHBR & I —~F LTk, TOHHK
EOREE UCREE R BFNECEE LT AT &
BT SR A.

B 2
BEMEZ D HIch, KATBEL 582 - #ik
RO F LITIE R B R L,
ELEANEE, B A 3o B F LB AR
SREZBHEE, AR FErEEE TR L
7.
M, FRYOEEIHISE A RENGABYSES
(BEfI61%E, ) RV THRF L.

Z £ X W
1) Nochy, D., Birembaut, P., Hinglais, N., Freund,
M., Idatte, J.M., Jacquot, C., Chartier, M. and
Bariery, J.:

syndromes of pregnancy: immunomorphological

Renal lesions in the hypertensive

and ultrastructural studies in 114 cases. Clin.
Nephrol., 13: 155, 1980.

2) Petrucco, O.M., Thomson, N.M., Lawrence, J.R.
and Weldon, M.W.: Immunofluorescent studies
in renal biopsies in pre-eclampsia. Obstet.
Gynecol. Survey, 29: 788, 1974.

3) Jones, D.B.: Inflammation and repair of the
glomerulus, Am. J. Pathol., 29: 991, 1951.

4) Shigematsu, H.:
initial phase of rat Masugi nephritis, Virchows
Arch (Cell Pathol), 5: 187.

5) Atkins, R.C., Holdsworth, S.R., Hancocdk, W.W.,
Thomson, N.M. and Glasgow, E.F.: Cellular

immune mechanisms in human glomerulonephritis:

Glomerular events during the

The role of mononuclear leucocytes, Springer
Semin. Immunopathol., 5: 269, 1982.

6) Stachura, I., 8i, L., Madan, E. and White-
side, T.:

renal disease enumeration in tissue sections

Mononuclear cell subsets in human

with monoclonal antibodies, Clin. Immunol.
Immunopathol., 30° 362, 1984.
CFRLICAE 2 H20 F 324




